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  ،1hT ﻫﺎي ﻫﺎي ﺗﺮﺷﺢ ﺷﺪه از ﺳﻠﻮل ﺳﻴﺘﻮﻛﻴﻦﺑﺮرﺳﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﻮح ﺳﺮﻣﻲ 
  ISAP ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﺮاﺳﺎس 1-MACI و 8اﻳﻨﺘﺮﻟﻮﻛﻴﻦ ، 2hT
  
  
  
 Iدﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ
 IIدﻛﺘﺮ ﻣﻬﺪي ﺷﻜﺮآﺑﻲ
 IIIدﻛﺘﺮ اﻟﻬﺎم ﺑﻬﺮﻧﮕﻲ*
  ﭼﻜﻴﺪه
ﺟﻤﻌﻴﺖ دﻧﻴﺎ ﺑـﻪ آن % 1ـ3ﻊ اﺳﺖ ﻛﻪ در ﺣﺪود  ﭘﺴﻮرﻳﺎزﻳﺲ ﻳﻚ ﺑﻴﻤﺎري ﭘﻮﺳﺘﻲ اﻟﺘﻬﺎﺑﻲ ﻣﺰﻣﻦ و ﺷﺎﻳ :زﻣﻴﻨﻪ و ﻫﺪف 
در ﻧﻤـﺎي . ﺗﻮاﻧﺪ ﻣﻨﺠﺮ ﺑﻪ دﻳﺴﺘﺮس ﻗﺎﺑﻞ ﺗﻮﺟﻪ در ﺑﻴﻤﺎر و در ﻧﻬﺎﻳﺖ ﻛﺎﻫﺶ ﻛﻴﻔﻴﺖ زﻧﺪﮔﻲ ﺑﻴﻤـﺎر ﺷـﻮد ﮔﺮﻓﺘﺎرﻧﺪ ﻛﻪ ﻣﻲ 
  .ﻛﻨﺪ ﻫﺎي ﺿﺨﻴﻢ ﻣﻲ دار ﺑﺎ ﭘﻮﺳﺘﻪ ﻫﺎي ﺑﺮﺟﺴﺘﻪ ﺑﻪ رﻧﮓ ﻗﺮﻣﺰ ﺗﻴﺮه، ﭘﻮﺳﺘﻪ ﺑﺎﻟﻴﻨﻲ، اﻳﺠﺎد ﭘﻼك
ﺑﺎﺷـﺪ و اﻓـﺰاﻳﺶ ﺗﻜﺜﻴـﺮ  ﻫـﺎ ﻣـﻲ  ﻟﻨﻔﻮﺳـﻴﺖTﻳﺎزﻳﺲ ﺑﻴﻤـﺎري ﺑـﺎ واﺳـﻄﻪ اﻣـﺮوزه ﻋﻘﻴـﺪه ﺑـﺮ اﻳـﻦ اﺳـﺖ ﻛـﻪ ﭘـﺴﻮر
ﻫﻨـﻮز ﻫـﻴﭻ درﻣـﺎن ﻗﻄﻌـﻲ ﺑـﺮاي . ﻫـﺎ اﺳـﺖ ﻫﺎ ﺛﺎﻧﻮﻳﻪ ﺑﻪ ﻓﻌﺎل ﺷﺪن ﺳﻴﺴﺘﻢ اﻳﻤﻨﻲ و آزاد  ﺷﺪن ﺳﻴﺘﻮﻛﻴﻦ  ﻛﺮاﺗﻴﻨﻮﺳﻴﺖ
ﺷـﻨﺎﺧﺖ ﺑﻴـﺸﺘﺮ اﻳﻤﻨﻮﭘـﺎﺗﻮژﻧﺰ و . ﻫـﺎي ﻓﻌﻠـﻲ ﻣﻴـﺰان ﻋـﻮد ﺑـﺎﻻﻳﻲ دارﻧـﺪ ﭘـﺴﻮرﻳﺎزﻳﺲ ﻳﺎﻓـﺖ ﻧـﺸﺪه اﺳـﺖ و درﻣـﺎن
ﺗﺮ و ﻣـﺆﺛﺮﺗﺮ ﺑـﺮاي اﻳـﻦ ﻫﺎي اﺧﺘﺼﺎﺻﻲ ﺗﻮاﻧﺪ ﺑﻪ ﻛﺸﻒ درﻣﺎن ﻫﺎي دﺧﻴﻞ در ﺷﺪت ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ، ﻣﻲ  ﺳﻴﺘﻮﻛﻴﻦ
  .ﺑﻴﻤﺎري ﻛﻤﻚ ﻛﻨﺪ
 ﺑﻴﻤﺎر ﻣﺒﺘﻼ ﺑﻪ ﭘﺴﻮرﻳﺎزﻳﺲ وﻟﮕـﺎرﻳﺲ ﻣﺮاﺟﻌـﻪ ﻛﻨﻨـﺪه ﺑـﻪ ﺑﻴﻤﺎرﺳـﺘﺎن 04 اﻳﻦ ﻣﻄﺎﻟﻌﻪ ﻣﻘﻄﻌﻲ روي :روش ﺑﺮرﺳﻲ 
 ISAPﻟﻴﻨﻲ ﺑﺮاي ﺗﻌﻴﻴﻦ ﺷﺪت ﺑﻴﻤﺎري ﺑﺮاﺳﺎس ﻣﻌﻴﺎر از ﻫﺮ ﺑﻴﻤﺎر ﻣﻌﺎﻳﻨﻪ ﺑﺎ.  اﻧﺠﺎم ﺷﺪ6831  ـ78رﺳﻮل اﻛﺮم در ﺳﺎل 
 -07Coﺳﻲ ﻧﻤﻮﻧﻪ ﺧﻮن ورﻳﺪي ﺗﻬﻴﻪ و ﺑﺎ ﺳﺎﻧﺘﺮﻳﻔﻮژ، ﻧﻤﻮﻧﻪ ﺳﺮﻣﻲ ﺟﺪا ﮔﺮدﻳـﺪ و در دﻣـﺎي  ﺳﻲ 3ﺳﭙﺲ . ﺑﻪ ﻋﻤﻞ آﻣﺪ 
ﻫـﺎي ﻣـﻮرد ﻧﻈـﺮ ، ﺳـﻄﺢ ﺳـﺮﻣﻲ ﺳـﻴﺘﻮﻛﻴﻦ AZILEﺳـﭙﺲ ﺑـﺎ اﺳـﺘﻔﺎده از روش . ﺗﺎ زﻣﺎن ﺑﺮرﺳﻲ ﻧﻬﺎﻳﻲ ذﺧﻴﺮه ﺷﺪ 
 ﺑﺎ ﺿﺮﻳﺐ ﻫﻤﺒـﺴﺘﮕﻲ اﺳـﭙﻴﺮﻣﻦ ارﺗﺒـﺎط ﺑـﻴﻦ ﺳـﻄﺢ ﺳـﺮﻣﻲ ،SSPSﺎده از ﻧﺮم اﻓﺰار آﻣﺎري ﮔﻴﺮي ﺷﺪ و ﺑﺎ اﺳﺘﻔ  اﻧﺪازه
  .ﻫﺎي ﻓﻮق ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري ارزﻳﺎﺑﻲ ﮔﺮدﻳﺪ ﺳﻴﺘﻮﻛﻴﻦ
   8، اﻳﻨﺘﺮﻟــﻮﻛﻴﻦ (r=0/05، P=0/100 ) ﻃﺒــﻖ اﻳــﻦ ﺑﺮرﺳــﻲ، ﺑــﻴﻦ ﺳــﻄﺢ ﺳــﺮﻣﻲ اﻳﻨﺘﺮﻓــﺮون ﮔﺎﻣــﺎ :ﻫــﺎ ﻳﺎﻓﺘــﻪ
دار آﻣﺎري  ، ارﺗﺒﺎط ﻣﻌﻨﻲISAPﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﺮاﺳﺎس ﺑﺎ ﺷﺪت ( r=0/13، P=0/740) 1-MACI، (P=0/73، P=0/810)
  .(r=0/81، P=0/42 )ﻣﺸﺎﻫﺪه ﻧﺸﺪ  ﺑﺎﺷﺪت ﺑﻴﻤﺎري4وﻟﻲ ﭼﻨﻴﻦ ارﺗﺒﺎﻃﻲ ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ . وﺟﻮد دارد
 ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري ﭘـﺴﻮرﻳﺎزﻳﺲ ارﺗﺒـﺎط 1-MACI و 8 ﺑﺮاﺳﺎس ﻣﻄﺎﻟﻌﻪ ﻣﺎ اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ، اﻳﻨﺘﺮﻟﻮﻛﻴﻦ :ﮔﻴﺮي ﻧﺘﻴﺠﻪ
ﺗﻮﺻـﻴﻪ  .ﺑﺎﺷﻨﺪ ﺗﺮ و ﻣﺆﺛﺮﺗﺮ ﻣﻲ ﻫﺎي ﻓﻮق را ﻫﺪف ﺑﮕﻴﺮﻧﺪ ﻣﻄﻤﺌﻦ ﻫﺎﻳﻲ ﻛﻪ ﺑﻄﻮر اﻧﺘﺨﺎﺑﻲ ﺳﻴﺘﻮﻛﻴﻦﺑﺮاﻳﻦ درﻣﺎن ﺑﻨﺎ. دارﻧﺪ
  .ﻫﺎي ﺑﻴﻮﻟﻮژﻳﻚ ﻓﻮق روي ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ اﻧﺠﺎم ﺷﻮد ﺷﻮد ﻣﻄﺎﻟﻌﺎت ﺑﻴﺸﺘﺮي ﺑﺮاي ﺑﺮرﺳﻲ اﺛﺮ درﻣﺎن ﻣﻲ
  
  ﭘﺎﺗﻮژﻧﺰ اﻳﻤﻨﻮ-3      ﺷﺪت ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ-2    ﺳﻴﺘﻮﻛﺎﻳﻴﻦ  -1 :ﻫﺎ ﻛﻠﻴﺪواژه
  
  88/2/61:  ﺗﺎرﻳﺦ ﭘﺬﻳﺮش،78/01/9 :ﺗﺎرﻳﺦ درﻳﺎﻓﺖ
  
  ﻣﻘﺪﻣﻪ
ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﻴﻤﺎري اﻟﺘﻬﺎﺑﻲ ﻣﺰﻣﻦ و ﺷـﺎﻳﻊ اﺳـﺖ ﻛـﻪ 
 درﺻﺪ ﺟﻤﻌﻴـﺖ دﻧﻴـﺎ ﺑـﻪ آن ﮔﺮﻓﺘﺎرﻧـﺪ و 3 ﺗﺎ 1در ﺣﺪود 
ﺗﻮاﻧﺪ ﻣﻨﺠﺮ ﺑـﻪ دﻳـﺴﺘﺮس ﻗﺎﺑـﻞ ﺗﻮﺟـﻪ در ﺑﻴﻤـﺎر و در  ﻣﻲ
  (3 و 2 ،1).ﻧﻬﺎﻳﺖ ﻛﺎﻫﺶ ﻛﻴﻔﻴﺖ زﻧﺪﮔﻲ ﺑﻴﻤﺎر ﺷﻮد
وﻟﮕﺎرﻳﺲ دو ﻧﻮع ﻣﺠﺰا دارد ﻛـﻪ از ﻧﻈـﺮ ﭘﺴﻮرﻳﺎزﻳﺲ 
ﻫﺎي ژﻧﺘﻴﻚ و دوره ﺑﺎﻟﻴﻨﻲ ﺑﺎ ﻫﻢ ﺗﻔـﺎوت ﺳﻦ ﺑﺮوز، وﻳﮋﮔﻲ 
 در ﻧﻮع ﺑـﺎ ﺷـﺮوع زودرس ﺳـﻦ ﺷـﺮوع ﺑﻴﻤـﺎري (4)دارﻧﺪ
در ﻧﻮع . ﺑﺎﺷﺪ و زﻣﻴﻨﻪ ژﻧﺘﻴﻜﻲ ﻗﻮي دارد  ﺳﺎﻟﮕﻲ ﻣﻲ 61ـ22
 ﺳﺎﻟﮕﻲ اﺳﺖ 75ـ06ﺑﺎ ﺷﺮوع دﻳﺮرس ﺳﻦ ﺷﺮوع ﺑﻴﻤﺎري 
ﺗـﺮ از ﻧـﻮع ﺑـﺎ د و ﺧﻔﻴـﻒ و ارﺗﺒﺎط زﻳﺎدي ﺑﺎ ژﻧﺘﻴـﻚ ﻧـﺪار 
  (6 و 5).ﺑﺎﺷﺪ ﺷﺮوع زودرس ﻣﻲ
ﭘــﺴﻮرﻳﺎزﻳﺲ وﻟﮕــﺎرﻳﺲ در ﻧﻤــﺎي ﺑــﺎﻟﻴﻨﻲ، اﻳﺠــﺎد 
دار ﺑـﺎ ﻫﺎي ﺑﺮﺟﺴﺘﻪ ﺑـﻪ رﻧـﮓ ﻗﺮﻣـﺰ ﺗﻴـﺮه و ﭘﻮﺳـﺘﻪ  ﭘﻼك
   ﺷـﻴﻮع ﭘـﺴﻮرﻳﺎزﻳﺲ در (8 و 7).ﻛﻨـﺪ ﻫﺎي ﺿﺨﻴﻢ ﻣـﻲ  ﭘﻮﺳﺘﻪ
  
ﻪ دﻛﺘﺮاي ﺗﺨﺼﺼﻲ ﺑﻪ راﻫﻨﻤﺎﻳﻲ دﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ و ﻣﺸﺎوره دﻛﺘﺮ ﻣﻬﺪي ﺷﻜﺮآﺑﻲ،  دﻛﺘﺮ اﻟﻬﺎم ﺑﻬﺮﻧﮕﻲ ﺟﻬﺖ درﻳﺎﻓﺖ درﺟ ﻧﺎﻣﻪ ﭘﺎﻳﺎناﺳﺖ از اي اﻳﻦ ﻣﻘﺎﻟﻪ ﺧﻼﺻﻪ 
  .8831 ﺳﺎل
  ﻫﺎي ﭘﻮﺳﺖ، ﺑﺨﺶ ﭘﻮﺳﺖ، ﺑﻴﻤﺎرﺳﺘﺎن رﺳﻮل اﻛﺮم، داﻧﺸﮕﺎه ﻋﻠﻮم ﭘﺰﺷﻜﻲ و ﺧﺪﻣﺎت ﺑﻬﺪاﺷﺘﻲ درﻣﺎﻧﻲ اﻳﺮان، ﺗﻬﺮان، اﻳﺮان  اﺳﺘﺎد ﺑﻴﻤﺎريI(
  م ﭘﺰﺷﻜﻲ و ﺧﺪﻣﺎت ﺑﻬﺪاﺷﺘﻲ درﻣﺎﻧﻲ اﻳﺮان، ﺗﻬﺮان، اﻳﺮان داﻧﺸﻴﺎر ﮔﺮوه اﻳﻤﻮﻧﻮﻟﻮژي، داﻧﺸﻜﺪه ﭘﺰﺷﻜﻲ، داﻧﺸﮕﺎه ﻋﻠﻮII(
  (ﻣﺆﻟﻒ ﻣﺴﺆول)* ﻫﺎي ﭘﻮﺳﺖ، ﺑﺨﺶ ﭘﻮﺳﺖ، ﺑﻴﻤﺎرﺳﺘﺎن رﺳﻮل اﻛﺮم، داﻧﺸﮕﺎه ﻋﻠﻮم ﭘﺰﺷﻜﻲ و ﺧﺪﻣﺎت ﺑﻬﺪاﺷﺘﻲ درﻣﺎﻧﻲ اﻳﺮان، ﺗﻬﺮان، اﻳﺮان   دﺳﺘﻴﺎر ﺑﻴﻤﺎريIII(
  
 و ﻫﻤﻜﺎراندﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ   ﻫﺎي ﺗﺮﺷﺢ ﺷﺪه ﺳﻴﺘﻮﻛﻴﻦ ﺑﺮرﺳﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﻮح ﺳﺮﻣﻲ 
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 ﺗـﺼﻮر 0891 ﺗﺎ ﻗﺒـﻞ از ﺳـﺎل (5).زن و ﻣﺮد ﻣﺴﺎوي اﺳﺖ 
ﺗﺎً ﺑﻴﻤﺎري اﻓﺰاﻳﺶ ﺗﻜﺜﻴﺮ و ﻓﻘـﺪان ﺷﺪ ﭘﺴﻮرﻳﺎزﻳﺲ ﻋﻤﺪ  ﻣﻲ
ﻫﺎي اﭘﻴﺪرم اﺳﺖ و اﻟﺘﻬﺎب ﭘﻮﺳـﺖ ﻳـﻚ ﺗﻤﺎﻳﺰ ﻛﺮاﺗﻴﻨﻮﺳﻴﺖ 
وﻟﻲ اﻣﺮوزه ﻋﻘﻴﺪه ﺑﺮاﻳﻦ اﺳﺖ ﻛـﻪ . ﺑﺎﺷﺪوﻳﮋﮔﻲ ﺛﺎﻧﻮﻳﻪ ﻣﻲ 
ﺑﺎﺷـﺪ و ﻫﺎ ﻣﻲ  ﻟﻨﻔﻮﺳﻴﺖ Tﭘﺴﻮرﻳﺎزﻳﺲ ﺑﻴﻤﺎري ﺑﺎ واﺳﻄﻪ 
ﻫﺎ، ﺛﺎﻧﻮﻳﻪ ﺑﻪ ﻓﻌﺎل ﺷﺪن ﺳﻴﺴﺘﻢ  اﻓﺰاﻳﺶ ﺗﻜﺜﻴﺮ ﻛﺮاﺗﻴﻨﻮﺳﻴﺖ
  (5و4 ،1).ﻫﺎ اﺳﺖ ﻛﻴﻦاﻳﻤﻨﻲ و آزاد ﺷﺪن ﺳﻴﺘﻮ
ژن ﻧﺎﺷـﻨﺎﺧﺘﻪ ﻋﻠﺖ ﻓﻌﺎل ﺷﺪن ﺳﻴﺴﺘﻢ اﻳﻤﻨﻲ ﻳﻚ آﻧﺘـﻲ 
ﭘﻮﺳــﺘﻲ اﺳــﺖ ﻛ ــﻪ ﻣﻤﻜــﻦ اﺳــﺖ ﻋﻔ ــﻮﻧﻲ ﻳ ــﺎ ﻏﻴﺮﻋﻔ ــﻮﻧﻲ 
ژن در اﭘﻴـﺪرم و ﻫﺎي ﻋﺮﺿﻪ ﻛﻨﻨـﺪه آﻧﺘـﻲ  ﺳﻠﻮل (5و1).ﺑﺎﺷﺪ
ژن را ﺷﻨﺎﺳـﺎﻳﻲ ﻛـﺮده، ﻓﻌـﺎل ﺷـﺪه و در  درم اﻳـﻦ آﻧﺘـﻲ
ﻫـﺎي  ﻟﻨﻔﻮﺳﻴﻴﺖ Tﻧﻮدﻫﺎي درﻧﺎژﻛﻨﻨﺪه ﭘﻮﺳﺖ آن را ﺑﻪ  ﻟﻨﻒ
 T ﺑــﺎ ﻓﻌــﺎل ﺷــﺪن (9).دﻫﻨــﺪ اراﺋــﻪ ﻣــﻲ +8DCو  +4DC
 T. ﺷـﻮد ﻫـﺎ دو راه ﺗﻤـﺎﻳﺰ ﺟﺪاﮔﺎﻧـﻪ اﻳﺠـﺎد ﻣـﻲ ﻟﻨﻔﻮﺳـﻴﺖ
ﻫﺎي ﻛﻤﻜﻲ ﻧﻮع   ﻟﻨﻔﻮﺳﻴﺖT ﺑﻪ ﻓﻨﻮﺗﻴﭗ +4DCﻫﺎي  ﻟﻨﻔﻮﺳﻴﺖ
 )2hT( 2ﻫﺎي ﻛﻤﻜﻲ ﻧﻮع   ﻟﻨﻔﻮﺳﻴﺖT ﻳﺎ ﺑﻪ ﻓﻨﻮﺗﻴﭗ )1hT( 1
  .ﻳﺎﺑﻨﺪ ﺗﻤﺎﻳﺰ ﻣﻲ
ﺷـﻮد ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﻴﻤﺎري ﺗﻴﭗ ﻳﻚ در ﻧﻈﺮ ﮔﺮﻓﺘﻪ ﻣـﻲ 
ﻫـﺎي ﺗﻴـﭗ ﻳـﻚ ﻣﺜـﻞ اﻳﻨﺘﺮﻓـﺮون ﮔﺎﻣـﺎ ﺎ ﻏﻠﺒﻪ ﺳﻴﺘﻮﻛﻴﻦ ﻛﻪ ﺑ 
 ﻣﺜـﻞ 2ﻫﺎي ﺗﻴـﭗ ﺣﺎﻟﻲ ﻛﻪ ﺳﻴﺘﻮﻛﻴﻦ در . ﺷﻮدﻣﺸﺨﺺ ﻣﻲ 
 ﻃﺒﻖ ﻣﻄﺎﻟﻌﺎت ﻓﻌﻠـﻲ ﺑﺎﻋـﺚ ﺑﻬﺒـﻮد ﺿـﺎﻳﻌﺎت 4اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
  (01).ﺷﻮد ﭘﺴﻮرﻳﺎزﻳﺲ ﻣﻲ
ﻫﺎي ﻓﻌﺎل ﺷﺪه ﺑﺎﻳـﺪ ﺑﺘﻮاﻧﻨـﺪ وارد ﭘﻮﺳـﺖ  ﻟﻨﻔﻮﺳﻴﺖ T
ﺷﻮﻧﺪ ﺗﺎ اﺛﺮاﺗـﺸﺎن را اﻋﻤـﺎل ﻛﻨﻨـﺪ ﻛـﻪ ﻳـﻚ ﭘﺮوﺳـﻪ ﭼﻨـﺪ 
. ﺑﺎﺷـﺪ ﻫﺎي ﻓﻌﺎل و اﻧﺪوﺗﻠﻴﻮم ﻣﻲ  ﻟﻨﻔﻮﺳﻴﺖ Tاي ﺑﻴﻦ  ﺣﻠﻪﻣﺮ
ﻫـﺎي اﻧـﺪوﺗﻠﻴﺎل ﻫﺎﻳﻲ ﻛـﻪ در ﺳـﻄﺢ ﺳـﻠﻮل ﻳﻜﻲ از ﻣﻮﻟﻜﻮل 
ﻫـﺎ ﺑـﻪ ﭘﻮﺳـﺖ  ﻟﻨﻔﻮﺳـﻴﺖ Tﺷـﻮد و در ﻣﻬـﺎﺟﺮت ﺑﻴﺎن ﻣﻲ 
 آﮔـﺎﻫﻲ از ﻧﻘـﺶ ﺑـﺎﻟﻘﻮه (21و11). اﺳﺖ 1-MACIدﺧﻴﻞ اﺳﺖ 
ﻫﺎ در ﭘﺎﺗﻮژﻧﺰ ﭘـﺴﻮرﻳﺎزﻳﺲ ﻣﻨﺠـﺮ ﺑـﻪ ﻛـﺸﻒ اﻳﻦ ﻣﻮﻟﻜﻮل 
ﻫـﺎ ﺑـﻪ  ﻟﻨﻔﻮﺳـﻴﺖ Tﻪ ﺑﻠـﻮك ﻣﻬـﺎﺟﺮت ﻫﺎﻳﻲ ﺑـﺮ ﭘﺎﻳ ـ درﻣﺎن
ﻫـﺎي داﺧـﻞ اﭘﻴـﺪرم ﻣﺤـﺮك   ﻟﻨﻔﻮﺳـﻴﺖT (31).ﭘﻮﺳـﺖ ﺷـﺪ
ﺑﺎﺷـﻨﺪ اﺣﺘﻤـﺎﻻً  ﻫـﺎ ﻣـﻲ ﻫﻴﭙﺮﭘﺮوﻟﻴﻔﺮاﺳـﻴﻮن ﻛﺮاﺗﻴﻨﻮﺳـﻴﺖ
ﻫﺎي ﻣﺨﺘﻠﻒ ﻛـﻪ ﺷﺪه از ﺳﻠﻮل ﻫﺎي ﺗﺮﺷﺢ آﺑﺸﺎر ﺳﻴﺘﻮﻛﻴﻦ 
در ﭘﻮﺳﺖ ﺑﻴﻤﺎران ﻳﺎﻓﺖ ﺷﺪه اﺳﺖ ﻧﻘﺶ اﺻﻠﻲ در ﻓﻨﻮﺗﻴﭗ 
  (41).ﺑﻴﻤﺎري دارد
ﻓﺎﻛﺘﻮر ﻛﻤﻮﺗﺎﻛﺘﻴﻚ ﻗﻮي اﺳﺖ ﻛﻪ  ﻧﻴﺰ ﻳﻚ 8اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
ﻋـﻮاﻣﻠﻲ ﻛـﻪ . ﻛﻨـﺪ ﻫﺎ را ﺑﻪ ﻣﺤﻞ اﻟﺘﻬﺎب ﺟﺬب ﻣـﻲ  ﻧﻮﺗﺮوﻓﻴﻞ
ﻛﻨﻨﺪ در  ﺑﻪ رﺳﭙﺘﻮرش را ﺑﻠﻮك ﻣﻲ 8ﺑﺎﻧﺪ ﺷﺪن اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
 در (51).اﻧـﺪ ﻫﺎي ﺣﻴﻮاﻧﻲ در ﻛﺎﻫﺶ اﻟﺘﻬﺎب ﻣـﺆﺛﺮ ﺑـﻮده  ﻣﺪل
ﻫـﺎ از  ﺗﻮﺳﻂ اﻧـﻮاع ﺳـﻠﻮل 8ﻫﺎي اﻟﺘﻬﺎﺑﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ  ﭘﺎﺳﺦ
ﻫـﺎي ﻫـﺎ، ﺳـﻠﻮل ﻫﺎ، ﻟﻨﻔﻮﺳـﻴﺖ  وﻓﻴﻞﺟﻤﻠﻪ ﻣﺎﻛﺮوﻓﺎژﻫﺎ، ﻧﻮﺗﺮ 
اﺣﺘﻤـﺎﻻً ( 71و61).ﺷـﻮد ﻫﺎ ﺗﻮﻟﻴﺪ ﻣـﻲ اﻧﺪوﺗﻠﻴﺎل و ﻛﺮاﺗﻴﻨﻮﺳﻴﺖ 
 در اﻳﺠـﺎد آﺳـﻴﺐ ﺑـﺎﻓﺘﻲ ﺑـﺎ اﻟﻘـﺎي 8اﺛﺮ اﺻﻠﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
ﻫـﺎي ﻫﺎ و ﺗﺤﺮﻳﻚ آزاد ﺷﺪن آﻧﺰﻳﻢ اﻧﻔﻴﻠﺘﺮاﺳﻴﻮن ﻧﻮﺗﺮوﻓﻴﻞ 
ﻫــﺎ  ﻟﻴﺰوزوﻣــﻲ و آﻧﻴــﻮن ﺳﻮﭘﺮاﻛــﺴﻴﺪاز از ﻧﻮﺗﺮوﻓﻴــﻞ
 8ﻴﻤﺎر ﺳـﻄﺢ ﺳـﺮﻣﻲ اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ  در ﭼﻨﺪﻳﻦ ﺑ (81).ﺑﺎﺷﺪ ﻣﻲ
در ﻳﻚ ﻣﻄﺎﻟﻌﻪ . آﮔﻬﻲ ﺑﻴﻤﺎري ﺑﻮده اﺳﺖ ﻛﻨﻨﺪه ﭘﻴﺶ ارزﻳﺎﺑﻲ
 و رﺳ ــﭙﺘﻮر آن در اﭘﻴ ــﺪرم 8 ﺑﻴ ــﺎن اﻳﻨﺘﺮﻟ ــﻮﻛﻴﻦ 8002در 
. ﻧﺮﻣــﺎل و اﭘﻴ ــﺪرم ﻣﺒ ــﺘﻼ ﺑ ــﻪ ﭘ ــﺴﻮرﻳﺎزﻳﺲ ﻣﻘﺎﻳ ــﺴﻪ ﺷــﺪ 
 ﻓﻘﻂ در اﭘﻴﺪرم داراي ﭘـﺴﻮرﻳﺎزﻳﺲ 8 اﻳﻨﺘﺮﻟﻮﻛﻴﻦ ANRm
 01 ﻧﻴـﺰ 8  رﺳـﭙﺘﻮر اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ ANRmﺷﻨﺎﺳﺎﻳﻲ ﺷـﺪ و 
در . ﺑﺮاﺑﺮ در اﭘﻴﺪرم داراي ﺿﺎﻳﻌﻪ ﺑﻴﺸﺘﺮ ﺑﻴـﺎن ﺷـﺪه ﺑـﻮد 
اﻳ ــﻦ ﻣﻄﺎﻟﻌ ــﻪ ﭘﻴ ــﺸﻨﻬﺎد ﺷ ــﺪ ﻛ ــﻪ اﺣﺘﻤ ــﺎﻻً ﻋﻠ ــﺖ ﻋﻼﺋ ــﻢ 
 و رﺳـﭙﺘﻮر آن 8ﭘﺴﻮرﻳﺎزﻳﺲ اﻓﺰاﻳﺶ ﺳـﻄﺢ اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ 
ﺗﻮاﻧـﺪ ﻳـﻚ  ﻣـﻲ 8ﺑﻨـﺎﺑﺮاﻳﻦ رﺳـﭙﺘﻮر اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ . ﺑﺎﺷﺪ ﻣﻲ
ﻫ ــﺪف ﺑ ــﺮاي ﻛ ــﺸﻒ داروﻫ ــﺎي ﺑﻴﻮﻟﻮژﻳ ــﻚ ﺟﺪﻳ ــﺪ ﺿــﺪ 
  (91).ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﺎﺷﺪ
 ﻗﺎﺑـﻞ  ﻓﻴﺰﻳﻜـﻲ  ﺑﻴﻤﺎران ﭘﺴﻮرﻳﺎزﻳﺲ دﻳﺴﺘﺮس ذﻫﻨﻲ و 
 (02).ﻫــﺎي ﻣــﺰﻣﻦ را دارﻧــﺪ ﻣﻘﺎﻳ ــﺴﻪ ﺑــﺎ ﺳــﺎﻳﺮ ﺑﻴﻤ ــﺎري 
ﺷـﺪت اﻧﺘﺨﺎب ﻧـﻮع درﻣـﺎن ﻣﻨﺎﺳـﺐ، ﻳـﻚ راه، ﺗﻌﻴـﻴﻦ  ﺑﺮاي
اﺳﺖ ﻛﻪ ﻣﻌﻤﻮﻻً ارزﻳﺎﺑﻲ ﺷﺪت ﺑﻴﻤﺎري ﺑﺎ اﺳـﺘﻔﺎده  ﺑﻴﻤﺎري
 )xedni ytireveS dna aera sisairosP( ISAP از
ﻌﻴﺎر ﻓﻮق ﻫﻤﭙﻮﺷﺎﻧﻲ ﺑﺎﻟﻴﻨﻲ زﻳﺎدي  ﺑﺮاﺳﺎس ﻣ (12).ﺑﺎﺷﺪ ﻣﻲ
ﺑﻨـﺎﺑﺮاﻳﻦ . ﺑﻴﻦ اﻧﻮاع ﻣﺘﻮﺳﻂ و ﺷﺪﻳﺪ ﺑﻴﻤـﺎري وﺟـﻮد دارد 
 ﻳﻚ ﻣﻌﻴﺎر ﺑﺎﻟﻴﻨﻲ اﺳﺖ و ﺑﺮاي اﻧﺘﺨﺎب ﻧـﻮع درﻣـﺎن ISAP
   ﺑﻨـﺎﺑﺮاﻳﻦ (22).ﺑﺎﺷـﺪ در ﺷﺮوع ﺑﻴﻤﺎري زﻳﺎد ارزﺷـﻤﻨﺪ ﻧﻤـﻲ 
  
 و ﻫﻤﻜﺎراندﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ   ﻫﺎي ﺗﺮﺷﺢ ﺷﺪه ﺳﻴﺘﻮﻛﻴﻦ ﺑﺮرﺳﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﻮح ﺳﺮﻣﻲ 
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ﻳﻜ ــﻲ از اﻫ ــﺪاف ﻣ ــﺎ ﻳ ــﺎﻓﺘﻦ ارﺗﺒ ــﺎط ﺑ ــﻴﻦ ﺳــﻄﺢ ﺳــﺮﻣﻲ 
ﺑﻴﻤﺎري ﺑﺎ ﺷﺪت ﻫﺎي ﻓﺮض ﺷﺪه دﺧﻴﻞ در ﺷﺪت  ﺳﻴﺘﻮﻛﻴﻦ
ﮔﻴـﺮي ﻏﻠﻈـﺖ ﺑﺎﺷﺪ ﺗـﺎ ﺑـﺎ اﻧـﺪازه ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ ﻣﻲ 
ﭘـﺴﻮرﻳﺎزﻳﺲ در ﻫﺎي ﻣﺬﻛﻮر در ﺑﻴﻤﺎران ﺳﺮﻣﻲ ﺳﻴﺘﻮﻛﻴﻦ 
آﮔﻬـﻲ ﺑﺪو ﻣﺮاﺟﻌﻪ ﺑﻪ ﻋﻨﻮان ﻓﺎﻛﺘﻮر ﭘﺮوﮔﻨﻮز ﭘﻲ ﺑـﻪ ﭘـﻴﺶ 
ﺗﺮ ﺑـﺮاي ﺑﻴﻤـﺎر را از ﻫﻤـﺎن ﺑﻴﻤﺎري ﺑﺮده و درﻣﺎن ﻣﻨﺎﺳﺐ 
ﺿـﺎﻓﻲ و ﻫﺎي ا اﺑﺘﺪا اﻧﺘﺨﺎب ﻛﺮده و از اﺗﻼف وﻗﺖ و ﻫﺰﻳﻨﻪ 
ﺑـﺎ ﻫﻤﭽﻨـﻴﻦ . ﻛﺎﻫﺶ ﻛﻴﻔﻴـﺖ زﻧـﺪﮔﻲ اﻳـﻦ ﺑﻴﻤـﺎران ﺑﻜـﺎﻫﻴﻢ 
ﺷﻨﺎﺧﺖ ﺑﻴﺸﺘﺮ اﻳﻤﻨﻮﭘﺎﺗﻮژﻧﺰ و ﻳـﺎﻓﺘﻦ ارﺗﺒـﺎط ﺑـﻴﻦ ﺷـﺪت 
اي ﺑـﺮاي ﭘـﮋوﻫﺶ ﻫـﺎ، ﻣﻘﺪﻣـﻪ ﺑﻴﻤﺎري ﺑﺎ ﺑﺮﺧﻲ ﺳـﻴﺘﻮﻛﻴﻦ 
ﺑﻴﺸﺘﺮ در زﻣﻴﻨﻪ ﻳﺎﻓﺘﻦ داروﻫﺎي ﺑﻴﻮﻟﻮژﻳﻚ ﺟﺪﻳﺪ ﺑـﺎ ﻫـﺪف 
  .ﻫﺎ ﻓﺮاﻫﻢ ﺷﻮد ﺳﻴﺘﻮﻛﻴﻦ ﮔﺮﻓﺘﻦ اﺧﺘﺼﺎﺻﻲ اﻳﻦ
  
  روش ﺑﺮرﺳﻲ
 ﺑﻴﻤﺎر زن و 81 ﺑﻴﻤﺎر ﺷﺎﻣﻞ 04 ﻣﻄﺎﻟﻌﻪ ﻣﻘﻄﻌﻲ، در اﻳﻦ 
 و ﻣﻴـﺎﻧﮕﻴﻦ ﺳـﻨﻲ 7ـ ـ07 ﺑﻴﻤﺎر ﻣﺮد ﺑـﺎ ﻣﺤـﺪوده ﺳـﻨﻲ 22
  . ﺳﺎل ﻣﻮرد ﺑﺮرﺳﻲ ﻗﺮار ﮔﺮﻓﺘﻨﺪ83/7
ﺷـﺪ ﻛـﻪ ﺑﺮاي ﻫﺮ ﺑﻴﻤﺎر ﻳﻚ ﺑﺮﮔـﻪ ﭘﺮﺳـﺸﻨﺎﻣﻪ ﭘـﺮ ﻣـﻲ 
ﻫﻤﭽﻨﻴﻦ ﺑﺮاي ارزﻳـﺎﺑﻲ ﺷـﺪت . ﺷﺎﻣﻞ ﻧﺎم و ﺳﻦ ﺑﻴﻤﺎر ﺑﻮد 
 ﺑﻴﻤ ــﺎر ﻣﻌﺎﻳﻨ ــﻪ ﺷ ــﺪ و درﺻــﺪ ISAPﺑﻴﻤ ــﺎري ﺑﺮاﺳــﺎس 
رﻳﺰي و ﺳﻔﺘﻲ درﮔﻴﺮي ﺳﻄﺢ ﺑﺪن و ﻣﻴﺰان ﻗﺮﻣﺰي، ﭘﻮﺳﺘﻪ 
ﺿـﺎﻳﻌﺎت در ﻫـﺮ ﻧﺎﺣﻴـﻪ ﺑـﺮآورد و در ﭘﺮﺳـﺸﻨﺎﻣﻪ ﺛﺒـﺖ 
ﺧﻮن ورﻳﺪي ﮔﺮﻓﺘﻪ ﺷﺪه و  3cc ﺳﭙﺲ از ﻫﺮ ﺑﻴﻤﺎر . ﺷﺪ ﻣﻲ
 -07Coﺑﺎ ﺳﺎﻧﺘﺮﻳﻔﻮژ ﻧﻤﻮﻧﻪ ﺳﺮﻣﻲ ﺟﺪا ﺷﺪه و در دﻣـﺎي 
ﺳـﭙﺲ ﺑﺮاﺳـﺎس . ﺗـﺎ زﻣـﺎن ﺑﺮرﺳـﻲ ﻧﻬـﺎﻳﻲ ذﺧﻴـﺮه ﺷـﺪ
وري ﺷـﺪه، ﺷـﺪت ﺑﻴﻤـﺎري آﻫﺎي ﺟﻤﻊ اﻃﻼﻋﺎت ﭘﺮﺳﺸﻨﺎﻣﻪ 
در اﻳﻦ روش اﺑﺘﺪا . ﮔﻴﺮي ﺷﺪ  اﻧﺪازهISAPﻫﺮ ﻓﺮد ﺑﺎ ﻣﻌﻴﺎر 
 ﻣﺤﺎﺳـﺒﻪ 9درﺻـﺪ درﮔﻴـﺮي ﺳـﻄﺢ ﭘﻮﺳـﺖ ﻃﺒـﻖ ﻗـﺎﻧﻮن 
، ﭘﺎﻫـﺎ، ﻗـﺴﻤﺖ %9ﻫﺎ ﻫﺮ ﻛﺪام ﺳﺮ و دﺳﺖ  ))%A(ﺷﻮد  ﻣﻲ
% 1و ﻧﺎﺣﻴﻪ ژﻧﻴﺘﺎل % 81ﻗﺪاﻣﻲ و ﻗﺴﻤﺖ ﺧﻠﻔﻲ ﺗﻨﻪ ﻫﺮ ﻛﺪام 
ﺖ و ﺳﭙﺲ ﻣﻴﺰان ﻗﺮﻣـﺰي، ﺿـﺨﺎﻣ (. ﺷﻮددرﻧﻈﺮ ﮔﺮﻓﺘﻪ ﻣﻲ 
رﻳﺰي در ﻧﻮاﺣﻲ درﮔﻴﺮ ﺑﺮاﺳﺎس ﻓﺮﻣﻮل داده ﺷـﺪه  ﭘﻮﺳﺘﻪ
   ﻧﻬﺎﻳﻲ ﺑﺎ ﻓﺮﻣـﻮل زﻳـﺮ ﻣﺤﺎﺳـﺒﻪ ISAPﺷﻮد و ﻣﺤﺎﺳﺒﻪ ﻣﻲ 
  
   )D+I+E(=ISAP×%A: ﮔﺮدد ﻣﻲ
   ارﻳﺘﻢ E=
   اﻧﻔﻴﻠﺘﺮاﺳﻴﻮن ﻳﺎ ﺿﺨﺎﻣﺖI=
  رﻳﺰي  دﺳﻜﻮاﻣﺎﺳﻴﻮن ﻳﺎ ﭘﻮﺳﺘﻪD=
 ﺧﺎرج ﻫﺎ از ﻓﺮﻳﺰ  ﻧﻤﻮﻧﻪ ﺳﺮﻣﻲ، ﺳﺮم 04آوري ﭘﺲ از ﺟﻤﻊ 
، اﻳﻨﺘﺮﻓـﺮون 8، اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ 4ﺷﺪ و ﺳﻄﺢ ﺳـﺮﻣﻲ اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ 
ﮔﻴﺮي ﺷﺪ  اﻧﺪازه AZILEﻫﺎي ﺗﺠﺎري  ﺑﺎ ﻛﻴﺖ 1-MACIﮔﺎﻣﺎ و 
و .  ﺷـﺪ SSPSاﻓﺰار آﻣﺎري ﻫﺎ ﺟﻬﺖ آﻧﺎﻟﻴﺰ وارد ﻧﺮم ﺳﭙﺲ داده 
ارﺗﺒﺎط ﺳﻄﺢ ﺳﺮﻣﻲ ﻫﺮ ﻳﻚ از ﻣﺘﻐﻴﺮﻫﺎ ﺑـﺎ ﺷـﺪت ﺑﻴﻤـﺎري ﺑـﺎ 
 ﺑـﺮاي .اﺳﺘﻔﺎده از ﺿﺮﻳﺐ ﻫﻤﺒـﺴﺘﮕﻲ اﺳـﭙﻴﺮﻣﻦ ﺑﺮرﺳـﻲ ﺷـﺪ 
ﻧﺸﺎن دادن ارﺗﺒﺎط ﻣﺴﺘﻘﻞ ﻫﺮ ﻳﻚ از ﻣﺘﻐﻴﺮﻫﺎ ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري 
  . اﺳﺘﻔﺎده ﺷﺪnoissergeR raeniLاز 
  
  ﻫﺎ ﻳﺎﻓﺘﻪ
   ﻧﻤﻮﻧﻪ ﺳـﺮﻣﻲ ﻫـﺮ ﻛـﺪام 04در اﻳﻦ ﻣﻄﺎﻟﻌﻪ در ﻣﺠﻤﻮع 
  ﺳــﻄﺢ. از ﻳــﻚ ﺑﻴﻤــﺎر ﻣــﻮرد ﺑﺮرﺳــﻲ ﻗــﺮار ﮔﺮﻓــﺖ 
  8، اﻳﻨﺘﺮﻟ ــﻮﻛﻴﻦ 4ﺳ ــﺮﻣﻲ اﻳﻨﺘﺮﻓ ــﺮون ﮔﺎﻣ ــﺎ، اﻳﻨﺘﺮﻟ ــﻮﻛﻴﻦ 
  ، در)1-MACI(ﻠﻮﻟﻲ ﻳـﻚ و ﻣﻮﻟﻜـﻮل ﭼـﺴﺒﻨﺪﮔﻲ ﺑـﻴﻦ ﺳ ـ
 ﺑﻴﻤﺎر ﻣﺒﺘﻼ ﺑﻪ ﭘﺴﻮرﻳﺎزﻳﺲ ﺧﻔﻴـﻒ، ﻣﺘﻮﺳـﻂ و ﺷـﺪﻳﺪ 04
ﺑﺮاي ﻳـﺎﻓﺘﻦ ارﺗﺒـﺎط ﺑـﻴﻦ . ﮔﻴﺮي ﺷﺪ اﻧﺪازه ISAPﺑﺮاﺳﺎس 
ﻫﺎي ﻓﻮق ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري ﺳﻄﺢ ﺳﺮﻣﻲ ﻫﺮ ﻳﻚ از ﻣﻮﻟﻜﻮل 
ﻫﺎي اﻳـﻦ  ﻳﺎﻓﺘﻪ. از ﺿﺮﻳﺐ ﻫﻤﺒﺴﺘﮕﻲ اﺳﭙﻴﺮﻣﻦ اﺳﺘﻔﺎده ﺷﺪ 
ﭘﮋوﻫﺶ ﻧـﺸﺎن داد ﺑـﻴﻦ ﺷـﺪت ﺑﻴﻤـﺎري و ﺳـﻄﺢ ﺳـﺮﻣﻲ 
  دار آﻣ ــﺎري وﺟــﻮد دارداﻳﻨﺘﺮﻓ ــﺮون ﮔﺎﻣ ــﺎ ارﺗﺒ ــﺎط ﻣﻌﻨ ــﻲ 
  (.1ﻧﻤﻮدار ﺷﻤﺎره )، (r=0/05، P=0/100)
 ارﺗﺒـﺎط 4ﺑﻴﻦ ﺷﺪت ﺑﻴﻤﺎري ﺑﺎﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
  (.2ﻧﻤﻮدار ﺷﻤﺎره )( r=0/51، P=0/42. )وﺟﻮد ﻧﺪارد
 ارﺗﺒﺎط 8ﺑﻴﻦ ﺷﺪت ﺑﻴﻤﺎري و ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
ﻧﻤﻮدار )، )810.0=p ,73.0=r(دار آﻣﺎري وﺟﻮد دارد  ﻣﻌﻨﻲ
  (.3ﺷﻤﺎره 
، ارﺗﺒـﺎط 1-MACIﺑﻴﻦ ﺷﺪت ﺑﻴﻤﺎري و ﺳـﻄﺢ ﺳـﺮﻣﻲ 
ﻧﻤﻮدار )، )740.0=p ,13.0=r(دار آﻣﺎري وﺟﻮد دارد  ﻣﻌﻨﻲ
  (.4ﺷﻤﺎره 
 و ﻫﻤﻜﺎراندﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ   ﻫﺎي ﺗﺮﺷﺢ ﺷﺪه ﺳﻴﺘﻮﻛﻴﻦ ﺑﺮرﺳﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﻮح ﺳﺮﻣﻲ 
  53   ﻣﺠﻠﻪ داﻧﺸﮕﺎه ﻋﻠﻮم ﭘﺰﺷﻜﻲ اﻳﺮان  8831  اﺳﻔﻨﺪ ﻣﺎه  /96ﺷﻤﺎره / ﺎﻧﺰدﻫﻢ ﺷدورة 
  
  
ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ ﺑﺎ ﺷﺪت  -1ﻧﻤﻮدار ﺷﻤﺎره 
  ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ
  
  
  
 ﺑـﺎ ﺷـﺪت 4ﻛﻴﻦ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮ  -2ﻧﻤﻮدار ﺷﻤﺎره 
  ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ
  
ﺑﺮاي ﻧﺸﺎن دادن ارﺗﺒﺎط ﻣﺴﺘﻘﻞ ﻫﺮ ﻳﻚ از ﻣﺘﻐﻴﺮﻫﺎ ﺑـﺎ 
 اﺳــﺘﻔﺎده ﺷــﺪ و noissergeR raeniLﺷــﺪت ﺑﻴﻤ ــﺎري از 
ﻣﺸﺨﺺ ﺷﺪ ﻛﻪ ﻓﻘﻂ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳـﺮﻣﻲ اﻧﺘﺮﻓـﺮون 
. ﺑﺎﺷـﺪ ﮔﺎﻣﺎ ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري، ﻣﺴﺘﻘﻞ از ﺳﺎﻳﺮ ﻣﺘﻐﻴﺮﻫﺎ ﻣـﻲ 
 و 8ﺘﺮﻟـﻮﻛﻴﻦ وﻟﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺑﺎﻻ ﺑﻮدن ﺳـﻄﺢ ﺳـﺮﻣﻲ اﻳﻨ 
 ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري، واﺑﺴﺘﻪ ﺑـﻪ ﺑـﺎﻻ ﺑـﻮدن ﺳـﻄﺢ 1-MACI
  .ﺑﺎﺷﺪ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ ﻣﻲ
  
 ﺑـﺎ ﺷـﺪت 8ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ  -3ﻧﻤﻮدار ﺷﻤﺎره 
  ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ
  
  
 ﺑـﺎ ﺷـﺪت 1-MACIارﺗﺒـﺎط ﺑـﻴﻦ ﺳـﻄﺢ ﺳـﺮﻣﻲ  -4ﻧﻤﻮدار ﺷﻤﺎره 
  ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ
  
  ﺑﺤﺚ
ﻮق ﻣـﺎ ﻧﻴـﺰ در اﻳـﻦ ﻣﻄﺎﻟﻌـﻪ در راﺳـﺘﺎي ﻣﻄﺎﻟﻌـﺎت ﻓـ
 را ﺑﺮرﺳﻲ ﻛﺮده ﺗﺎ ﺑﺒﻴﻨﻴﻢ 2hT/1hTﻫﺎي ﺑﺎﻻﻧﺲ ﺳﻴﺘﻮﻛﻴﻦ 
. ﻫﺎي ﻛﺪام ﮔﺮوه ﺑﺎ ﺷﺪت ﺑﻴﻤـﺎري ﻣـﺮﺗﺒﻂ اﺳـﺖ  ﺳﻴﺘﻮﻛﻴﻦ
ﻃﺒـﻖ اﻳـﻦ ﻣﻄﺎﻟﻌـﻪ ﺑـﻴﻦ ﺷـﺪت ﺑﻴﻤـﺎري و ﺳـﻄﺢ ﺳـﺮﻣﻲ 
 اﺳـﺖ ارﺗﺒـﺎط وﺟـﻮد 1اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ ﻛﻪ ﺳﻴﺘﻮﻛﻴﻦ ﺗﻴـﭗ 
 ﺑﺮاﺳـﺎس اﻛﺜـﺮ ﻣﻄﺎﻟﻌـﺎت اﻧﺠـﺎم ﺷـﺪه دﻳﮕـﺮ ﻧﻴـﺰ،  .داﺷﺖ
 1 ﻛﻤﻜﻲ ﻧﻮع Tﻫﺎي ﭘﺴﻮرﻳﺎزﻳﺲ ﺑﻴﻤﺎري ﺑﺎ ﻏﻠﺒﻪ ﻟﻨﻔﻮﺳﻴﺖ 
   از ﺟﻤﻠﻪ 1ﻫﺎي ﺗﻴﭗ ﺷﻮد ﻛﻪ ﺑﺎ ﺳﻴﺘﻮﻛﻴﻦ در ﻧﻈﺮ ﮔﺮﻓﺘﻪ ﻣﻲ 
  
 و ﻫﻤﻜﺎراندﻛﺘﺮ ﺣﺒﻴﺐ اﻧﺼﺎرﻳﻦ   ﻫﺎي ﺗﺮﺷﺢ ﺷﺪه ﺳﻴﺘﻮﻛﻴﻦ ﺑﺮرﺳﻲ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﻮح ﺳﺮﻣﻲ 
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  (01).ﺷﻮد اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ ﻣﺸﺨﺺ ﻣﻲ
ﺑﺮ اﺳﺎس ﻣﻄﺎﻟﻌﻪ ﻣﺎ، ﺑﻴﻦ ﺷﺪت ﺑﻴﻤـﺎري ﭘـﺴﻮرﻳﺎزﻳﺲ 
 اﺳـﺖ ارﺗﺒـﺎﻃﻲ 2 ﻛـﻪ ﺳـﻴﺘﻮﻛﻴﻦ ﺗﻴـﭗ 4LIﺑﺎ ﺳﻄﺢ ﺳﺮﻣﻲ 
ﻛـﻪ  ﺰ ﻧـﺸﺎن داده ﺷـﺪ در دو ﻣﻄﺎﻟﻌﻪ دﻳﮕﺮ ﻧﻴ . وﺟﻮد ﻧﺪارد 
ﻫﺎي ﺗﻴـﭗ  و در ﻧﺘﻴﺠﻪ ﺳﻴﺘﻮﻛﻴﻦ 2ﻫﺎي ﻛﻤﻜﻲ ﺗﻴﭗ  ﻟﻨﻔﻮﺳﻴﺖ
 ﻧﻘـ ــﺸﻲ در ﭘـ ــﺎﺗﻮژﻧﺰ ﺑﻴﻤـ ــﺎري 4 ﻣﺜـ ــﻞ اﻳﻨﺘﺮﻟـ ــﻮﻛﻴﻦ 2
ﺗﻮاﻧﺪ ﺑﺎﻋﺚ ﺑﻬﺒـﻮد  ﻣﻲ 4LI ﺣﺘﻲ ذﻛﺮ ﺷﺪه ﻛﻪ (32و11).ﻧﺪارﻧﺪ
 اﻟﺒﺘـﻪ ﻣﻄﺎﻟﻌـﺎت ﺑﻴـﺸﺘﺮ (42).ﺿـﺎﻳﻌﺎت ﭘـﺴﻮرﻳﺎزﻳﺲ ﺷـﻮد
ﺪت  و ارﺗﺒﺎط آن ﺑـﺎ ﺷ ـ4LIﻣﻮرد ﻧﻴﺎز اﺳﺖ ﺗﺎ ﻧﻘﺶ اﺻﻠﻲ 
  ﺑﻨﺎﺑﺮاﻳﻦ ﻣﻄﺎﻟﻌﻪ ﻣـﺎ ﻧﻴـﺰ (52)ﭘﺴﻮرﻳﺎزﻳﺲ را ﻣﺸﺨﺺ ﻛﻨﺪ 
 را در ﭘـﺎﺗﻮژﻧﺰ 2hT ﺑـﻪ 1hTﻣﺎﻧﻨـﺪ ﻣﻄﺎﻟﻌـﺎت ﻗﺒﻠـﻲ ﻏﻠﺒـﻪ 
  (42و 32 ، 11، 01).ﭘﺴﻮرﻳﺎزﻳﺲ ﺗﺎﻳﻴﺪ ﻛﺮد
در ﻣﻄﺎﻟﻌﻪ ﻣﺎ ﺑﻴﻦ ﺷﺪت ﺑﻴﻤﺎري ﭘﺴﻮرﻳﺎزﻳﺲ و ﺳـﻄﺢ 
 در ﻳﻚ ﻣﻄﺎﻟﻌـﻪ .. ارﺗﺒﺎط وﺟﻮد داﺷﺖ 8ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
د ﺷـﺪ ﻛـﻪ اﺣﺘﻤـﺎﻻً ﻋﻠـﺖ ﻋﻼﺋـﻢ  ﻧﻴﺰ ﭘﻴﺸﻨﻬﺎ 8002در ﺳﺎل 
 و رﺳـﭙﺘﻮر آن 8ﭘﺴﻮرﻳﺎزﻳﺲ اﻓﺰاﻳﺶ ﺳـﻄﺢ اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ 
 8ﺑﺎﺷﺪ و در ﭼﻨﺪﻳﻦ ﺑﻴﻤـﺎر ﺳـﻄﺢ ﺳـﺮﻣﻲ اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ  ﻣﻲ
  (91).اﺳﺖآﮔﻬﻲ ﺑﻴﻤﺎري ﺑﻮده  ارزﻳﺎﺑﻲ ﻛﻨﻨﺪه ﭘﻴﺶ
در ﻣﻄﺎﻟﻌﻪ دﻳﮕﺮي ﻧﻴﺰ ذﻛﺮ ﺷﺪ ﻛﻪ ﺑﻴﻤﺎران ﻧﻪ ﻓﻘﻂ ﺳـﻄﺢ 
در ﺑﻴﻤﺎران ﺑﺎ ﻫﺎ را در ﭘﻮﺳﺖ دارﻧﺪ ﺑﻠﻜﻪ ﺑﺎﻻي اﻳﻦ ﺳﻴﺘﻮﻛﻴﻦ 
 1-MACI و 8LIﭘﺴﻮرﻳﺎزﻳﺲ ﻓﻌﺎل اﻓـﺰاﻳﺶ ﺳـﻄﺢ ﺳـﺮﻣﻲ 
 ﺑﻨﺎﺑﺮاﻳﻦ در ﻣﻄﺎﻟﻌـﺎت ﻓـﻮق ﻧﻴـﺰ ﺑـﻴﻦ ﺳـﻄﺢ (62).وﺟﻮد دارد 
  . و ﺷﺪت ﺑﻴﻤﺎري ارﺗﺒﺎط وﺟﻮد داﺷﺖ8ﺳﺮﻣﻲ اﻳﻨﺘﺮﻟﻮﻛﻴﻦ 
 ﺑـﺎ ﺷـﺪت 1-MACIدر ﻣﻄﺎﻟﻌـﻪ ﻣـﺎ ﺑـﻴﻦ ﺳـﻄﺢ ﺳـﺮﻣﻲ 
در ﻣﻄﺎﻟﻌـﺎت .ﺑﻴﻤـﺎري ﭘـﺴﻮرﻳﺎزﻳﺲ ارﺗﺒـﺎط وﺟـﻮد داﺷـﺖ
 ﻧﻘـﺶ ﺣﻴـﺎﺗﻲ در 1-MACIﺪه اﺳـﺖ ﻛـﻪ ﻣﺸﺎﺑﻪ ﮔـﺰارش ﺷ ـ
ﻫـﺎي ﻫـﺪف ﻫﺎي درﺣﺎل ﮔﺮدش ﺑﻪ ﺑﺎﻓﺖ ﻓﺮاﺧﻮاﻧﻲ ﻟﻮﻛﻮﺳﻴﺖ 
ﻫﺎي  ﻫﺎ ﺑﻌﺪ از ﺑﻴﺎن ﺷﺪن در ﺳﻄﺢ ﺳﻠﻮل  اﻳﻦ ﻣﻮﻟﻜﻮل(72).دارد
ﻫ ــﺎي اﻧ ــﺪوﺗﻠﻴﺎل ﺑ ــﺎ ﻣﻜﺎﻧﻴ ــﺴﻢ رﻳ ــﺰش ﻳ ــﺎ ﺗﻮﺳ ــﻂ ﺳ ــﻠﻮل 
 (72)ﺷــﻮﻧﺪﭘﺮوﺗﺌﻮﻟﻴﺘﻴ ــﻚ ﺑ ــﻪ درون ﮔ ــﺮدش ﺧــﻮن آزاد ﻣ ــﻲ 
ﻫـﺎي ﭼـﺴﺒﻨﺪﮔﻲ، در ﺑﻨـﺎﺑﺮاﻳﻦ اﺷـﻜﺎل ﻣﺤﻠـﻮل اﻳـﻦ ﻣﻮﻟﻜـﻮل 
ﺑﺎﺷﻨﺪ و ﺑﻪ ﻧﻈﺮ ﻧﺸﺎﻧﻪ ﻣﻔﻴﺪي  ﮔﺮدش ﺧﻮن ﻗﺎﺑﻞ ﺷﻨﺎﺳﺎﻳﻲ ﻣﻲ
  (82).ﺑﺎﺷﻨﺪ در ﻛﻨﺘﺮل ﻓﻌﺎﻟﻴﺖ اﻟﺘﻬﺎﺑﻲ ﭘﺴﻮرﻳﺎزﻳﺲ ﻣﻲ
 noissergeR raeniLدر ﻣﻄﺎﻟﻌــﻪ ﻣــﺎ ﺑــﺎ روش آﻣــﺎري 
ﻣﺸﺨﺺ ﺷﺪ ﻛﻪ ﻓﻘﻂ ارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣـﺎ 
ﻤﭽﻨـﻴﻦ ﻫ. ﺑﺎﺷـﺪ ﺑﺎ ﺷﺪت ﺑﻴﻤﺎري ﻣﺴﺘﻘﻞ از ﺳﺎﻳﺮ ﻣﺘﻐﻴﺮﻫـﺎ ﻣـﻲ 
 ﺑـﺎ ﺷـﺪت ﺑﻴﻤـﺎري ﻧﻴـﺰ ﺑـﺎ 1-MACIارﺗﺒﺎط ﺑﻴﻦ ﺳﻄﺢ ﺳﺮﻣﻲ 
 8ﺑﺎﺷﺪ وﻟـﻲ ارﺗﺒـﺎط اﻳﻨﺘﺮﻟـﻮﻛﻴﻦ اﺣﺘﻤﺎل ﺧﻴﻠﻲ ﻛﻤﺘﺮ ﻣﺴﺘﻘﻞ ﻣﻲ 
  .واﺑﺴﺘﻪ ﺑﻪ ﺑﺎﻻ ﺑﻮدن ﺳﻄﺢ ﺳﺮﻣﻲ اﻳﻨﺘﺮﻓﺮون ﮔﺎﻣﺎ اﺳﺖ
  
  ﮔﻴﺮي ﻧﺘﻴﺠﻪ
ﻫﺎي ﺑﺮ اﺳﺎس ﻣﻄﺎﻟﻌﻪ ﻣﺎﺳﻴﺘﻮﻛﻴﻦ ﻣﺮﺑﻮط ﺑﻪ ﻟﻨﻔﻮﺳﻴﺖ 
ﺎري ﺑ ــﺎ ﺷــﺪت ﺑﻴﻤ  ــ( اﻳﻨﺘﺮﻓ ــﺮون ﮔﺎﻣ ــﺎ  )1ﻛﻤﻜ ــﻲ ﻧ ــﻮع  T
در ﺣﺎﻟﻲ ﻛﻪ ﺳﻴﺘﻮﻛﻴﻦ ﻣـﺮﺗﺒﻂ  .ﭘﺴﻮرﻳﺎزﻳﺲ ارﺗﺒﺎط داﺷﺖ 
ارﺗﺒﺎﻃﻲ ﺑـﺎ ﺷـﺪت ( 4-LI )2ﻛﻤﻜﻲ ﻧﻮع ﻫﺎي  ﻟﻨﻔﻮﺳﻴﺖ Tﺑﺎ 
ﺑﻨـﺎﺑﺮاﻳﻦ ﭘـﺴﻮرﻳﺎزﻳﺲ ﺑﻴﻤـﺎري ﺑـﺎ ﻏﻠﺒـﻪ  .ﺑﻴﻤﺎري ﻧﺪاﺷﺖ 
  . ﺑﺎﺷﺪ  ﻣﻲ1ﻛﻤﻜﻲ ﻧﻮعTﻫﺎي  ﻟﻨﻔﻮﺳﻴﺖ
ﻫﺎي ﻓﻮق ﻓﺮﺿﻴﻪ ﻓﻌﻠﻲ اﻳـﻦ اﺳـﺖ ﻛـﻪ ﺑﺎ ﺗﻮﺟﻪ ﺑﻪ ﻳﺎﻓﺘﻪ 
 1hTﻋﻤـﺪﺗﺎً ﺑـﺎ واﺳـﻄﻪ ﭘﺴﻮرﻳﺎزﻳﺲ ﻳـﻚ ﺑﻴﻤـﺎري ﻣـﺰﻣﻦ 
 و 8LIﻫﻤﭽﻨـﻴﻦ ﻓﺎﻛﺘﻮرﻫـﺎي ﻛﻤﻮﺗﺎﻛﺘﻴـﻚ ﻣﺜـﻞ . ﺑﺎﺷـﺪ ﻣـﻲ
ﻧﻴﺰ اﺣﺘﻤـﺎﻻًً در 1-MACI ﻫﺎي ﭼﺴﺒﻨﺪﮔﻲ از ﺟﻤﻠﻪ  ﻣﻮﻟﻜﻮل
ﻫـﺎي ﻫـﺎ درﻣـﺎن ﺗـﺎ ﻣـﺪت . ﺑﺎﺷﻨﺪﭘﺎﺗﻮژﻧﺰ ﺑﻴﻤﺎري دﺧﻴﻞ ﻣﻲ 
 ﺳﻴﻜﻠﻮﺳــﭙﻮرﻳﻦ و ،AVUPاﻳﻤﻨﻮﺳﺎﭘﺮﺳــﻴﻮ روﺗ ــﻴﻦ ﻣﺜ ــﻞ 
ﺷــﺪ و ﻣﺘﻮﺗﺮوﻛ ــﺴﺎت در درﻣ ــﺎن ﺑﻴﻤ ــﺎران اﺳــﺘﻔﺎده ﻣ ــﻲ 
اﻳﻦ داروﻫـﺎ ﺗـﺎ ﺣـﺪي در ﻛﻨﺘـﺮل ﺑﻴﻤـﺎري ﻣـﺆﺛﺮ . ﺷﻮد ﻣﻲ
ﺗـﺮ روي  ﻲﻫـﺎﻳﻲ ﺑـﺎ ﺗﺎﻛﻴـﺪ اﺧﺘـﺼﺎﺻ ﺑﻮدﻧـﺪ وﻟـﻲ درﻣـﺎن
اﻳﻨﺘﺮﻓـﺮون )ﭘﺴﻮرﻳﺎزﻳﺲ ﻫﺎي ﻣﺴﻴﺮ اﻳﻤﻨﻲ دﺧﻴﻞ در  ﻫﺪف
ﺑﻨـﺎﺑﺮاﻳﻦ ﭘﻴـﺸﻨﻬﺎد . ﺗﺮ ﻫـﺴﺘﻨﺪ  ارﺟﺢ( 1-MACI، 8LI ﮔﺎﻣﺎ،
ﺷﻮد ﺗﺤﻘﻴﻘﺎت ﺑﻴﺸﺘﺮي در زﻣﻴﻨﻪ اﻳﻤﻨﻮﭘﺎﺗﻮژﻧﺰ ﺑﻴﻤـﺎري  ﻣﻲ
ﻫـﺎي ﻣﻮﻟﻜـﻮﻟﻲ  ﻓﻬـﻢ ﺑﻴـﺸﺘﺮ ﻣﻜـﺎﻧﻴﺰماﻧﺠـﺎم ﺷـﻮد ﺗـﺎ ﺑـﺎ 
ﺗﺮ ﺑﺮاي ﺑﻴﻤﺎري  ﻋﺎرﺿﻪﻫﺎي ﻣﺆﺛﺮﺗﺮ و ﻛﻢ اي، درﻣﺎن  زﻣﻴﻨﻪ
ﺷـﻮد از ﻫﻤﭽﻨﻴﻦ ﭘﻴﺸﻨﻬﺎد ﻣﻲ . در آﻳﻨﺪه ﻧﺰدﻳﻚ ﻓﺮاﻫﻢ ﺷﻮد 
 ﻫـﺎي ﻓـﻮق در ﺑـﺪو ﮔﻴـﺮي ﺳـﻄﺢ ﺳـﺮﻣﻲ ﺳـﻴﺘﻮﻛﻴﻦ  اﻧﺪازه
 ﻣﺮاﺟﻌﻪ ﺑﻴﻤﺎر ﺑﻪ ﻋﻨﻮان ﻳﻚ ﻓﺎﻛﺘﻮر ﭘﺮوﮔﻨﻮز ﺑـﺮاي ﺗﻌﻴـﻴﻦ 
  ﺗﺎ از ﻫﻤـﺎن اﺑﺘـﺪا درﻣـﺎن آﮔﻬﻲ ﺑﻴﻤﺎري اﺳﺘﻔﺎده ﺷﻮد  ﭘﻴﺶ
  آﮔﻬـﻲ اﻧﺘﺨـﺎب و از ﺻـﺮف ﺗﺮ را ﺑﺎ ﺗﻮﺟﻪ ﺑﻪ ﭘـﻴﺶ  ﻣﻨﺎﺳﺐ
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ﻪﻨﻳﺰﻫ ﻢﻴﻨﻛ يﺮﻴﮔﻮﻠﺟ رﺎﻤﻴﺑ ﺖﻗو فﻼﺗا و ﻲﻓﺎﺿا يﺎﻫ.  
 هزاﺪﻧا و لﻮﻠﺳ ﺖﺸﻛ ﻪﻌﻟﺎﻄﻣ ﻦﻳا رد ﺮﮔا يﺮﻴﮔ ﻢﻴﻘﺘﺴـﻣ
ﻦﻴﻛﻮﺘﻴﺳ  ﺖﻴﺳﻮﻔﻨﻟ دﻮﺧ زا هﺪﺷ ﺢﺷﺮﺗ يﺎﻫ يﺎﻫT ﻲـﻜﻤﻛ 
 عﻮﻧ1 و 2 مﺎﺠﻧا ﺖﺸﻛ ﻂﻴﺤﻣ رد  ﻲﻣ  ﺞﻳﺎﺘﻧ ،ﺪﺷ ﻖـﻴﻗد  يﺮـﺗ
 ﻲﻣ ﺖﺳد ﻪﺑﺪﻣآ.  لﺎـﻘﺘﻧا ﻪـﺑ زﺎـﻴﻧ و ﻻﺎﺑ ﻪﻨﻳﺰﻫ ﻞﻴﻟد ﻪﺑ ﻲﻟو
ﻪﻧﻮﻤﻧ يرﻮﻓ ﺪﺸﻧ ﻢﻫاﺮﻓ نﺎﻜﻣا ﻦﻳا ،ﺎﻫ.  
ﺮﻜﺸﺗ و ﺮﻳﺪﻘﺗ  
 ﻪـﻧﻮﻤﻧ ﻪـﻴﻬﺗ رد ﻪﻛ ﻲﻟﻼﺟ يﺎﻗآ بﺎﻨﺟ زا ﺮﻜﺸﺗ ﺎﺑ يﺎـﻫ
 ﻖـﻴﻘﺤﺗ ﻦـﻳا مﺎـﺠﻧا ﺖـﻬﺟ نارﺎـﻤﻴﺑ ﻲﻣﺮـﺳ ﻪﻧﻮﻤﻧ و نﻮﺧ
ﺪﻧدﺮﻛ يرﺎﻜﻤﻫ ﻪﻧﺎﻤﻴﻤﺻ.  
 يﺪﺳا يﺎﻗآ زا ﺮﻜﺸﺗ ﺎﺑﻪﻛ ﺮﻓ نﻮـﻣزآ ELIZA يور ار 
ﻪﻧﻮﻤﻧ ﺪﻧداد مﺎﺠﻧا ﻲﻣﺮﺳ يﺎﻫ.  
  
ﻊﺑﺎﻨﻣ ﺖﺳﺮﻬﻓ  
 
1- Lee MR,Cooper AJ. Immunopathogenesis of 
Psoriasissis. Australasian Journal of Dermatology; 2006. 
47:151-59 
 
2- Koo J. Population based epidemiologic study of 
psoriasis with emphasis on quality of life assessment. 
Dermatol.Clin;1996.14: 485-96 
 
3- Wahl A,Lodge JH,Hanestad BR.The burden of 
psoriasis:A study concerning health related quality of life 
among Norwegian adult patients with psoriasis compard 
with general population norms. J.Am.Acad.Dermatol; 2000. 
43:803-8 
 
4- Ortonne JP.Recent developments in the 
understanding of the pathogenesis of psoriasis. BJD; 
1999.14 (suppl.54): 1-7 
 
5- Griffiths CEM, Camp RDR, Barker JNWN. 
Psoriasis. In: Burns T, Breathnach S, Cox N, Griffith C. 
editors.Rooks textbook of dermatology.Volume 3. 7th 
edition, UK: Blackwell science. 2004.p. 1-62 
 
6- Trembath RC, Clough RL, Rosbotham JL. 
Identification of a major suscebtibility locus on 
chromosome 6p and evidence for psoriasis. Hum Mol 
Genet; 1997. 6: 813-20 
 
7- Prinz JC. The role of Tcell in psoriasis. JEADV; 
2003. 17: 257-70 
 
8- PeterCM. Psoriasis. In: Bolognia JL, Jorizzo JL, 
Rapini RP. editors. Dermatology. volume1.3th edition, 
British Elsever. 2004.p. 125-49 
 
9- Krueger JG. The immiunologic basis for thetreatment 
of psoriasis with new biologic agents. J.Am.Acad.Dermatol; 
2002. 46: 1-23 
 
10- Schlak JF, Buslau M, Gallati H. Tcells involved in 
psoriasis vulgaris belong to the Th1 subcet. J. Invest. 
 
Dermatol; 1994. 102: 145-9 
 
11- Settechon Mp, Zolner TM, Boehnke WH. The 
molecular basis of lymphocyte recruitment to the skin:clues 
for pathogenesis and selective therapy of inflammatory 
disorders. J Invest dermatol; 2003. 121: 951-62 
 
12- Schon MB, Krahnt T,Schon M, Efomycin M. A 
new specific inhibitor of selectin,impairs leukocyte adhesion 
and alleviates cutaneous inflammation. Nat Med; 2002. 8: 
366-72 
 
13- KupperTS. Immunologic targets inpsoriasis. 
En.Engl.J.Med; 2003. 349: 1987-90 
 
14- Ghosh N, Kumar V. Novel immunobiology for 
psoriasis. Indian J Pharmacol; 2008.; 3: 95-102 
 
15- Dong yong X, Corvalan JRF, Wang P, Roy CNM, 
Davis CG. Fully human anti interleukin 8 monoclonal ab: 
Potential therapeutics for the treatment of inflammatory 
disease states. Journal of leukocyte biology. 1999; 66: 401-10 
 
16- Braun RK, Franchini M, Erard F, Rish S, Blaser K, 
Hancel T, et al. Human peripheral blood eosinophils ukin 
produce and release interleukin8 on stimulation with 
calcium ionophor. Eur.J.Immunol; 1993. 23: 956-96 
 
17- Saito S, Kasahara T, Sakakura S, Enomoto M, 
Umekage H,Harada N, et al. Interleukin8 production by 
CD16-CD56 natural killer cells in the human early 
pregnancy deciduas. Biophys.Res.Common; 1994. 200: 
378-83 
 
18- Baggiolini M , Dewald B, Moser B. Interleukin8 
and related chemotactic cytpkines-CXC andCC 
chemokines. Adv.Immonol; 1994. 55: 97-197 
 
19- Schulz BS, Michel G, Wagner S, Suss R, Beets A, 
Petter RU, et al. Increased expression of epidermal IL8 
receptor in psoriasis: Down regulation by FK506 invitro. 
The journal of immunology;. 1996. 151:4399-406 
 
 
 ﻲﻣﺮﺳ حﻮﻄﺳ ﻦﻴﺑ طﺎﺒﺗرا ﻲﺳرﺮﺑ ﻦﻴﻛﻮﺘﻴﺳ هﺪﺷ ﺢﺷﺮﺗ يﺎﻫ   ﻦﻳرﺎﺼﻧا ﺐﻴﺒﺣ ﺮﺘﻛدنارﺎﻜﻤﻫ و 
38   ﻪﻠﺠﻣ ناﺮﻳا ﻲﻜﺷﺰﭘ مﻮﻠﻋ هﺎﮕﺸﻧاد    ةرودﺷ ﻢﻫدﺰﻧﺎ / هرﺎﻤﺷ69/ هﺎﻣ ﺪﻨﻔﺳا  1388  
20- Bagel J, Gelfand JM, korman NJ, Ritchlin CT, 
Storber BE, Vanvoorhees AS. National psoriasis foundation 
clinical concencus on disease severity. Arsh.Dermatol; 
2007. 143: 239-42 
 
21- Sam pogna F, Pasquini P, Picardi A, Abeni D. 
Performance of the self administered psoriasis area and 
severity index in evaluating clinical and socio 
demographic subgroups of patients with psoriasis. 
Arch.Dermatol; 2003. 139: 355-58 
 
22- Callen JP, Krueger GG, Lebwohl M. AAD 
concencus statement on psoriasis therapies. J. Am. 
Acad. Dermatol; 2003. 49: 897-99 
 
23- Ghoreschi K, Weigert C, Rocken M. 
Immunopathogenesis and role of Tcells in psoriasis. Clinics 
in dermatology; 2007. 25: 574-80 
 
24- Rack MK, Bonomo A, Scott DE, Cannella B, 
Levine A, Raine CS. Cytokine induced immune deviation as 
 
a therapy for inflammatory auto immune disease. J Exp 
Med; 1994. 18: 1961-66 
 
25- Ghoreschi K, Rocken M. Amolecule solves 
psoriasis? Systemic therapies for psoriasis inducing 
interleukin4 and Th2 responses. J Mol Med; 2003. 81: 
471-78 
 
26- Mizutani H, Ohmoto Y, Mizutani T,Murata M, 
Shimizu M. Role of increased production of monocytes 
TNF,IL1 beta and IL6 inpsoriasis relation to focal 
infection,disease activity and responces to treatments. J 
Dermatol; 1997. 14: 145-53 
 
27- Gearing AJH, Newman W. Circulating adhesion 
moleculs in disease. Immunol Today; 1993. 14: 506-12 
 
28- Czech W, Schopf E, Kapp A. Soluble Eselectin 
in sera of patients with atopic dermatitis and psoriasis: 
Correlation with disease activity. Brj Dermatol; 1996.; 
134: 17-21 
 
  
  
 ﻲﺘﻧآ ﺢﻄﺳ طﺎﺒﺗرا ﻪﻌﻟﺎﻄﻣ يدﺎﺑ يﺎﻫ ﻞﭙﻴﺘﻟﻮﻣ ﻪﺑ ﻼﺘﺒﻣ نارﺎﻤﻴﺑ رد رﺎﺑ ﻦﻳﺎﺘﺸﭘا سوﺮﻳو ﺪﺿ   ﻲﺑآﺮﻜﺷ يﺪﻬﻣ ﺮﺘﻛدنارﺎﻜﻤﻫ و 
 ةرودﺷ ﻢﻫدﺰﻧﺎ / هرﺎﻤﺷ69/  هﺎﻣ ﺪﻨﻔﺳا  1388  ناﺮﻳا ﻲﻜﺷﺰﭘ مﻮﻠﻋ هﺎﮕﺸﻧاد ﻪﻠﺠﻣ   39  
 
Investigation of  the Relationship between Serum Levels of 
Cytokines Secreted from Th1 and Th2 Cells, IL8 and ICAM-1 and 
Psoriasis Severity Based on PASI 
  
  
H.Ansarin,MDI          M.Shekarabi,PhDII             *E.Behrangi,MDIII 
  
  
  
 
Abstract 
Background & Aim: Psoriasis is a common chronic inflammatory skin disease that affects 1-3% of 
the world's population. It can cause significant distress to the patient and ultimately the reduction of the 
patient's life quality. From the clinical perspective, it can create bright, red, elevated, and scaly plaques. 
Psoriasis is now recognized as a T-cell mediated disease with epidermal hyperplasia being a consequence 
of the activation of the immune system and cytokines release. No definite cure has been found for this 
lesion and existing treatments have high rates of relapse. Further recognition of immunopathogenesis 
and cytokines contributing to the severity of the disease can help to discover more specific and efficient 
treatments for this disease.The aim of the present study is to determine the relationship between serum 
levels of cytokines secreted from Th1 and Th2 cells, IL8 and ICAM-1 and psoriasis severity based on PASI 
in order to distinguish the possible role of cytokines in the immunopathogenesis of psoriasis. 
Patients and Method: This study was performed on 40 patients with psoriasis vulgaris referred to 
Rasool-e-Akram Hospital between 2007 and 2008. In order to determine the severity of the disease 
based on PASI, each patient was examined clinically. Then 3 cc of vein blood sample was taken and 
serum sample was separated through centrifuge and stored at -70°C until the final examination. Next, 
through ELIZA method, serum levels of the above-mentioned cytokines were measured and by using  
Spearman correlation coefficient, the relationship between serum levels of the above-mentioned 
cytokines and the severity of the disease was evaluated. 
Results: According to this study, there is a meaningful statistical relationship between the serum level 
of  interferon ɣ  (p=0.001, r=0.50), interleukine 8(p=0.018, r=0.37), and ICAM-1 (P=0.047, R=0.31) 
and the severity of psoriasis based on PASI. However, such a relationship was not observed between the 
serum level of interleukine 4 and the severity of the disease (p=0.24, r=0.18). 
Conclusion: Based on our study, interferone ɣ  , interleukine 8, and ICAM-1 are related to the 
severity of psoriasis. Therefore, the treatments which selectively target the above-mentioned cytokines, 
are more reliable and efficient. It is strongly recommended that further studies and researches be 
conducted to investigate the effects of the above-mentioned biological treatments on psoriasis. 
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